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Localized juvenile periodontitis (LJP) is a distinct clinical form of periodontal disease. In its classic form, it is a disease of adolescents in which individuals between 12 and 20 years of age demonstrate a rapid loss of supporting alveolar bone around the first permanent molars and incisors (1, 8) . The classic condition exhibits apparent minimal clinical inflammation, bacterial plaque, calculus, or pain. It is a particularly intriguing condition in that a hereditary component has been hypothesized (4, 38) . In a study of LJP patients, Newman et al. (35) described two numerically dominant groups of microorganisms, groups III and IV, which were later shown to include strains of Actinobacillus actinomycetemcomitans (46) .
A cross-sectional study of 42 patients by Slots et (20) . Total counts were determined on 5% Trypticase soy blood agar (BBL Microbiology Systems, Cockeysville, Md.), and the wet spreaders Capnocytophaga sputigena, Capnocytophaga ochracea, and Capnocytophaga gingivalis were isolated and identified (41) . The plates were incubated in either air plus 10% CO2 or 80% N2-10% C02-10% H2 for 7 days at 35°C in Brewer jars.
The results are summarized as log viable counts in Table  1 . There was essentially no difference in the active versus inactive sites for the majority of organisms examined by the Mann-Whitney test. There was, however, a significant association of both A. actinomycetemcomitans (Y4 antigen type) and E. corrodens with disease-active versus nonactive sites. A. actinomycetemcomitans was found to occur in active sites at levels 100-fold greater than those of the nonactive sites. E. corrodens levels were 50-fold higher in the active versus the inactive sites.
A. actinomycetemcomitans appears to make up a small but significant component of the human bacterial plaque ( has displayed the following biological activities: (i) a leukotoxin (44) which is cytotoxir for human peripheral blood polymorphonuclear leukocytes and monocytes (45) ; (ii) a lipopolysaccharide which stimulates bone resorption, is toxic to macrophages, inhibits platelet aggregation, and demonstrates lethality in a mouse model system (22) ; and (iii) rapid alveolar destruction in monoinfected gnotobiotic rats (19) .
E. corrodens, a microaerophilic gram-negative bacillus, is part of the flora of the mouth, upper respiratory tract, and female genital tract (30) . E. corrodens has been cultured from brain abscesses, subdural empyemas, meningitis, sinus infections, and osteomyelitis (5, 7, 21, 37) . When monoinfected in gnotobiotic rats, it can cause significant tissue and alveolar bone loss (28) . Tanner et al. isolated the organism in large proportions from an adult subject with advanced periodontal destruction (46) . Both A. actinomycetemcomitans and E. corrodens have been reported in the medical literature as interacting with other organisms to exaggerate an infectious process (2, 14, 15, 18, 20) . It (13, 42) , an abnormality in host resistance (27, 42, 44, 45) , or specific properties of the infecting microorganism (17, 42, 44, 45 actinomycetemcomitans.
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